~ theories have been atated coneerning the cause of hunger contractions ot the stomach. In particular the relationship ot the level ot blood sugar and carbohydrate metabolism to gastriC motility has been investigated by several workers. Bol4yre~t (1) first demonstrated an augmentation ot the motility ot the stomach during hunger. Carlson and h1s coworkers (2) have shown that other conditions influence gastriC hunger contractions such as tasting, moderate exerCise, hemorrhage, and exposure to cold. QJ1igley and Ballaran (5) and lIillinoa (6) found no agreement with the theor7 that the spontaneous motility of the empty atomach 1s inverselY related to the blood sugar level. Qn1glw,r, however, did demonstrate (7) an 1nh1bition of gastricmot111ty by injected carbohydrates and ~ge8ted that there is a humoral factor involved in the control of stomach motilit7_
Carlaon and Bulatao
Carlson in 1919 (8) demonstrated gastric hypermotility in human diabetes as well as experimental pancreatic diabetes in the dog. It has been recognize4 since the work of Roussay (9) that the'hypophysis i8 concerned with,carbohydrate metabolism.
Rouaaa;y animals -pancreatectomized and hypophyseotomized -have blood sugars which are normal or only moderately high. no ketosi. t normal It.Q. t and very nearly normal glucose tolerance curves (10) .
Rouaaay and B3.genta (ll). &I1i th (12) and many others have found an inoreased sensitivity to insulin in the hypophysectomized animal. Reinbecker (13) showed in hypophy-.ectOBized dogs a low, fasting blood sugar. Jones (14) advanced ample proof of a difference in insulin response in oompletely hypophysectomized animals and partially hypophysectomized animals. ~e former manifested a hypoglycemia and the latter a hyperglycemia after insulin. Re suggests this response as a test for the degree of hypophysectomy.
FUrther observations on the possible influence of the hypophysis on gastric motility were advanced by Cushing (15) in a classic'al paper. He noted the occurrence of ulcerative lesions in the alimentary tract in cases of intracranial tumor and in~ury especially in the interbrain. Others (16, 17, 18) have likewi •• noted this relationship. Cushing in~ected pituitrin directly into the ventrioles in man and by means ot barium meals under f"hmr08oope found increased motility and tone in the stomaoh which were not produoed on subcutaneous in3ection of pituitrin.
A caaprehenlive search of the litera~e reveals only one reference to the influence of hypophysectomy on ga8tric tone. Rous.ay and collaborators (19) Complete data were obtained on ~ 40gB. Normal. controls .are obtained in 10 dogs but onl7 4 survived hypophysectomT long eDough ~or extended observations. ~he dogs we1ghed from l~.l to 20 16 . !he7 were trained ~o lie tullJ relaxed on comfortable pads during each experiment which lasted for not le8s than Ii hours to not longer than '* hours.
~h. aotivi t7 of the stomach was studied b7 tha balloon method. ~h. dogs were trained to awallow a stomaoh tube with a s~andard length 'am. condom balloon attached and recorda on the empty stomach taken according to the method ~ggested b7 Boldyretr and perfected by Carlson. A bramotora aanometer was used.. hent7 cc. of air was injected into the defiated balloon 8,fstem at each period of observation, and 15 minutes usual17 allowed for adJustment of the balloon in the stomach before k7aographic tracings were begun. 7he dogs were kept on a constant diet o~ standard laborator" tood preparations (~horobread Crackels 500 a.&. and Our Bu.dq Canned Dog Food 250 Gms.), being adequate in vi tamms and minerals.
Digestion motility was studied immediately atter co.ption of a meal -usual17 for a period of 2* hours. BUnger motility was studied on dogs starved exactlJ 18 hours and recorda run for Z to 6 hours, usually 5 hours. In each case before inJeotion of insulin the reoords were oontinue' ao that a aat1a-factor,r normal motility was obtained.
All inJeotlons were made into the posterior crural vein.
One oc. of normal saline or Ringer's solution was given intravenously routinely for control. Insulin was Eli Lil17 & ComPaDT preparation alletin. a All inJeotions were given in a uniform volume of 1 cc. The Folin-Wu method of determining blood sugar was used.
~he method of extirpating the pituitary was the temporal intraoranial route as devised by Dandy and Reichert (20) . Prior to operation instead of injecting hypertoniC saline as suggested by Weed and ~~bbin (21), we found that inJecttng 50 00. of 50% ~crose • hour before operation caused the brain to shrink remarkably, rendering the expo~e of the pi~itary much easier. An attempt was made to correlate the increased gastr1c sensitivity to 1nsa11n with the increased hypoglycemio response which is known to ocCU%, by recording blood ~sars at interva18 ot 15 minutes for an hour following the in~eetioD. ~he bJpoglycemic response of' the normal dogs to these ver.y smal1 doses was inconstant, and did not differ markedly in degree or duration from the response after hypophyseotomy. Fig. 4 presents the data obtained on the dog whose respoDses were the more strikiDg.
DISctISSIOl'f DISCUSS IOI:
~he only positive finding in this work is the demonstration of an increased gastric sensitivit7 to insulin follow-iDg hypophyseotomy. nis does not appear to be relate" to the increased hypoglycemia since the minimal doses of insulin used were not demonstrably different in their etreot in the nonna! and in the hypophysectomized anURal.
Sinoe there was no demonstrable ~entation of fasting 1Il0 t ill ty in the dog fol109ling hypopb.ysectolD7 it is doubt:f\1l. that the increased gastriC sell8itivi ty to insulin is of any p!l7siologieal significance. Furthermore these data constitute additional evidence that starvation and insul.1n hypermotilit;r are o~ different mechanisms since hypophysectomy has different effects on the two. ~he relatively high blood ~s in our hypophyseotomized aniaals at the end of the 18 hour starvation period suggests that this period ma;r not be long enough to produce full eftecta. ~he work should be repeated UB~ starvation periods of 24 to 30 hours if necessary to produce hypogl;roem1a. and starvation motility at these starvation periods compared with the normal.
In Tiew of the fact that hypothalamic centers are known to control gastric motility, it might be expected that some disturbance of IIlQtill ty might occur beoau.se of hypothalamic damage produced by operative trauma. Digestion motility may be taken as incomplete evidence that damage was slight.
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